mously enlarged heart, with a silhouette indicating pressures are summarized in the Table. The ventricular pericardial effusion. Laboratory investigations were tracings showed the typical 'dip-and-plateau' configuranormal except for an eosinophilia of 13 per cent out of a tion. Angiocardiography showed an enormously entotal white count of 7400/mm3 and a low serum albumin larged right atrium and severe tricuspid regurgitation. of (2.3 g/100 ml).
The right ventricle was diminutive in size and had a Two pericardial taps were performed at different dilated contractile outflow tract ( Fig. 1A and B) . times during his stay in hospital and a total of 1100 ml of At the time of discharge from hospital he had no straw-coloured fluid was removed from the pericardial ascites or peripheral oedema. His jugular venous pressure cavity. Management consisted of bed rest, digoxin, and was still raised with a prominent 'v' wave. diuretics. When his condition improved, right heart catheterization was performed and his intracardiac Case 2 A 20-year-old student was gram.R (A) during systole and (B) diastole shong His pulse was of low volume, his blood pressure was grm,(A drigysol3n wing 100/60 mmHg (13-3/8@0 kPa), and he was in atrial small right ventricular chamber with dilated con-fibrillation with a pulse rate of about 100/min. The apex tractile outflow portion and gross reflux into aneury-beat was displaced but quiet and his jugular venous smal right atrium.
pressure was raised to the angle of the jaw, with a tion, was heard at the lower left sternal edge. A loud, early third sound was audible at the apex and the P2 was loud. Her chest was clear but she had an enlarged liver with a systolic pulsation. There was no ankle oedema but she had ascites. An electrocardiogram showed sinus rhythm, left atrial enlargement left axis deviation, and T wave inversion in leads V4 to V6 but no left ventricular hypertrophy. Chest x-ray examination showed a grossly enlarged heart. Left atrial enlargement was confirmed on the lateral chest film with barium in the oesophagus. Other laboratory investigations were normal except for an eosinophilia of 10 per cent out of a total white blood cell count of 7400.
Biventricular endomyocardial fibrosis was thought to be the most probable diagnosis. The intracardiac pressures at catheterization are summarzed in the (Fig. 3) (Somers and Fowler, 1968) . In advanced cases the third sound was heard at the fifth left intercostal space. disease may present with severe heart failure withHer P2 was loud, there were crepitations at both lung out any murmurs but with a loud third heart bases, and the liver was enlarged and tender. An electro-sound. The latter presentation is seen commonly cardiogram showed left atrial enlargement and T wave in right ventricular endomyocardial fibrosis (Abrainversions in leads II, III, aVF, Vl to V6. Chest x-ray hams, 1962) and is illustrated by Case 1. Case 2, by examination showed a grossly enlarged heart and a right pleural effusion. She had an eosinophilia of 7 per cent out contrast, had less severe dtsease. The findrng of a of a total white count of 5500/mm8. All other laboratory mid-diastolic murmur thought to be the result of investigations were normal. mitral stenosis in this patient was misleading and She was thought to be suffering from advanced left was most probably a flow murmur across the triventricular endomyocardial fibrosis though idiopathic cuspid valve. This case is similar to that described cardiomegaly could not be excluded. A left heart study by Faruque (1963) in a report on endomyocardial showed a low systolic left ventricular pressure with raised fibrosis in adults in Britain. The patient had murend-diastolic pressure (Table) . An angiogram showed a murs suggestive of mitral stenosis but at necropsy poorly contractile ventricle with severe mitral regurgita-was found to have severe biventricular endomyotion. There was no evidence of endomyocardial fibrosis. cardial fibrosis.
Cases 3 and 4 show that the clinical picture of Discussion biventricular endomyocardial fibrosis may be
The clinical presentation of endomyocardial fibrosis mimicked by other causes of mitral and tricuspid depends on the chamber involved and the severity regurgitation. The angiographic pictures of Case 3 of the disease. Disease of both ventricles, with suggested primary diseases of the mitral and the mitral and tricuspid regurgitation, occurs more often tricuspid valves. Though a type 3 endomyocardial than disease of only one ventricle (Somers and fibrosis affecting only the valvular region (Shaper, Fowler, 1968) . Right-sided endomyocardial fibrosis Hutt, and Coles, 1968) may produce this picture, presents with three obvious features: a very high rheumatic mitral and tricuspid regurgitation has to venous pressure with a dominant systolic wave be excluded. Finger clubbing and cyanosis further indicative of tricuspid regurgitation, massive confused the clinical picture as these signs are not ascites, and minimal or no ankle oedema (Abrahams, uncommon in endomyocardial fibrosis (Abrahams, 1962) . Left-sided endomyocardial fibrosis presents 1962; Somers et al., 1968b show. Selective angiocardiography, however, is not Cardiomegaly on chest x-ray examination is not infallible, since it is useful only when the disease is specific to endomyocardial fibrosis nor is the sufficiently advanced to cause visible deformity in presence of a large cardiac contour on plain film one or both ventricles (Somers and Fowler, 1968) . suggestive of a pericardial collection pathogno-
The diagnosis of endomyocardial fibrosis is theremonic. Tuberculous pericarditis is prevalent in fore fraught with many pitfalls, and angiographic many areas where endomyocardial fibrosis occurs studies are needed in most cases to make a definite and both diseases may present as pericardial effu-diagnosis. Without them investigations may yield sion (Abrahams, 1962) . Calcification in the apical misleading results. Definite diagnosis at the present endocardium is a very useful diagnostic sign but seems to depend upon sophisticated investigations calcified ventricular aneurysm, common in Nigeria, not available in every centre. must be considered as a differential diagnosis (Ive et al., 1967) .
The electrocardiogram in endomyocardial fibrosis has no specific diagnostic pattern (Williams and Somers, 1960) and is not very useful at the bedside. 
